This editorial refers to "Tubulin polymerization modifies cardiac sodium channel expression and gating" by S. Casini et al., pp. XXXX, this issue. 
Na v 1.5 gating properties. 5 Specifically, taxol treatment reduced the fraction of Na v 1.5 channels that slowly inactivated and doubled the time constant of Na v 1.5 slow inactivation. 5 Interestingly, the effects of taxol on slow inactivation were absent in the presence of β 1 . 5 Together, these new findings demonstrate dual roles of the microtubule network for Na v 1.5 membrane expression and channel gating. Additionally, these new findings demonstrate a key role of the Na v 1.5 β 1 subunit in modulating the interaction of microtubules with the cardiac cytoskeletal network.
The cardiac cytoskeleton has clear roles in organization and regulation of cardiac excitability. However, previous work has primarily focused on the role of microtubules for the regulation of channel (including Na v 1.5) biophysical properties. For example, microtubules have previously been demonstrated to interact with both KCNQ1 and heag2; however, taxol treatment had no effect on KCNQ1 or heag membrane density (only affected heag2 activation).
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Likewise, taxol treatment altered L-type calcium channel gating but not Ca v 1.2 membrane expression. 8 Thus, the new findings from Casini and colleagues suggest that the microtubulebased pathway for anterograde Na v 1.5 membrane expression may be specific to unique classes of membrane proteins (i.e. Na + , but not Ca 2+ channels). Alternatively, the microtubule-based pathway may preferentially target cargo only to specific membrane domains (i.e. intercalated disc versus transverse tubules).
To date, Nav1.5 channels have not been directly linked with the microtubule network.
However, a number of known Na v 1.5 binding partners are tightly associated with the cardiac cytoskeleton. For example, ankyrin adapter proteins directly associate with voltage-gated Na v channels in excitable cells as well as with both microtubules and actin (via spectrin). 9 In fact, loss of ankyrin-G in myocytes or neurons results in decreased Na v channel membrane expression. 10 Conversely, human Na v 1.5 variants associated with Brugada syndrome arrhythmia
